Clinical Perinatal/Neonatal Case Presentation
difficulties including a requirement for intravenous hyperalimentation due to the shortened segment of the small bowel proximal to the ileostomy. She also had meconium plugs that were dislodged following a radiocontrast enema. Chromosome studies were normal and a mutation analysis for cystic fibrosis was negative. The child gained weight on a combination of total parenteral nutrition and enteral feeding. Bowel reanastomosis was performed 7 weeks after the initial operation. The baby continued to do well and was discharged from the NICU on day of life 63. At the child's 4-month well-baby visit, she has continued to thrive and is developmentally appropriate.
Case Two: Healed Intestinal Perforation Before Birth K.T. is a newborn female infant delivered at 36 weeks' gestation by cesarean section secondary to fetal distress. The pregnancy was complicated by poorly controlled gestational diabetes that required insulin therapy and preterm labor. Prenatal ultrasound showed polyhydramnios and intra-abdominal calcifications. Membranes ruptured at delivery, and Apgar scores were 6 and 9 at 1 and 5 minutes, respectively. At delivery, the baby had hypoglycemia and was transferred to the NICU for intravenous therapy. Physical examination on arrival at the NICU was significant for the baby being large for gestational age and having a heart murmur. The baby was tachypnic, but no other signs of respiratory distress were present.
The child's hospital course was complicated by profound and persistent hypoglycemia that required intravenous therapy for 11 days despite what was otherwise normal oral intake. Cardiac workup revealed nonobstructive hypertrophic cardiomyopathy and a ventricular-septal defect. She developed congestive heart failure that required medical treatment.
Because of the intra-abdominal calcification on the prenatal ultrasound and abdominal x-ray (Figure 3 ), a thorough gastrointestinal workup was done before starting feedings. A barium enema and an upper gastrointestinal series with small bowel follow-through were obtained. These studies indicated that the baby had a small left colon; otherwise, the results were unremarkable. There was no malrotation or perforation present. The child advanced to full feedings without difficulty and was discharged to home on hospital day 15.
DISCUSSION
The cases presented here discuss two of the classic presentations of meconium peritonitis. Meconium peritonitis occurs in 1 out of 30,000 live births and may present in several different ways. 1 These include free meconium in the peritoneal cavity (known as meconium ascites), meconium pseudocyst, and intra-abdominal calcium deposition. 2 Meconium peritonitis arises following prenatal gastrointestinal perforation. The perforation during intrauterine life is usually secondary to congenital intestinal obstruction, such as with meconium ileus, atresia, stenosis, internal hernia, neonatal Hirschprung's disease, or volvulus. Prenatal anoxic events can cause bowel ischemia with subsequent perforation giving rise to meconium peritonitis. Rarely, no definite cause is found. [3] [4] [5] Because meconium ileus due to cystic fibrosis accounts for 25% to 40% of meconium peritonitis in the Western hemisphere, cystic fibrosis should be ruled out in any newborn with meconium peritonitis. After bowel perforation occurs, leakage of meconium into the peritoneal cavity gives rise to meconium ascites. The extruded meconium causes an intense inflammatory reaction that can lead to calcium deposition on the abdominal walls and other intra-abdominal structures. If the perforation occurs early enough before delivery and the leakage occurs over a considerable period, a fibrous wall may form around the meconium concentration, forming a pseudocyst. 6 The cyst walls may contain calcium and thus be visible on an abdominal x-ray. Sonographic features of meconium pseudocysts include thick, well-circumscribed, echogenic cyst walls with areas of focal calcification and echogenic viscous contents. 7 As recently as June 1997, only 10 cases of prenatal diagnosis of meconium peritonitis could be found in the literature. 1 Maternal polyhydramnios can be an early sign of intestinal malfunction, including meconium peritonitis. 8 Other presenting signs include abdominal distention or other symptoms of abdominal obstruction or mass.
The differential diagnosis of calcified intra-abdominal masses should include intestinal duplication, hydrometrocolpos with imperforate anus, mesenteric cyst, neuroblastoma, Wilm's tumor, teratoma, hepatoblastoma, adrenal hemorrhage, adrenal tumor, adrenal cyst, and giant Meckel's diverticulum. 3, 9 Calcification can occur within the bowel if a fistula is present between the bowel and urinary tract as urine mixes with meconium.
Most babies with meconium peritonitis do well. At one time, the presence of a meconium pseudocyst carried a uniformly poor prognosis. In 1982, survival was ϳ70%. 6 Due to advances in surgical technique and postoperative care, recent literature indicates that survival is now near 100%. 10 
